Until now, the refusal by many researchers to recognize curative treatments for pelvic pain other than the individual symptomatic treatment protocol is very disappointing. Furthermore, it should be recognized that finding an optimal individual treatment protocol may require a period of trial and error. This refusal appears to have shocked people suffering from chronic pain all over the world and those pursuing the best approach and cure through primary resolution of the cause of the pain. In a review article in the March issue, Yang et al. [1] stress the primacy of the host defense mechanisms and assert that the dysregulation of innate immune response can lead to inflammatory disease pathogenesis. They also suggest new challenges for the development of novel targets and appropriate situation-dependent adjustments for the treatment of auto-inflammatory disorders including interstitial cystitis (IC). Urogenital chronic pain including prostate or bladder pain is a significant healthcare issue and is not etiology specific one. I want readers to focus on the 2 prominent clinical conditions in practice, which are chronic prostatitis/chronic pelvic pain syndrome and IC/painful bladder syndrome. There is a new turnaround on the urologist's stance over the symptomatic treatment of urologic inflammatory disease, with pursuance of the primary causes of the diseases and with priorities placed on auto-inflammation. Urologists must recognize recent advances in the regulatory mechanisms of host defense and various inflammatory diseases to optimize diagnostic and therapeutic strategies for the difficult-to-manage chronic pain that does not routinely respond to traditional treatment. Inflammasomes are multiprotein complexes responsible for the activation of caspase-1 and caspase-5 protease required for processing and activation of the proinflammatory cytokines interleukin (IL)-1β and IL-18 [2] . Moreover, NLRP3 (nucleotide binding oligomerization domain [NOD/NACHT], LRR, and PYD domains containing protein 3; also known as NALP3, cryopyrin, or CIAS1) expression is found in the urothelial layer in the bladder [3] . I think that the presence of NALP3 in epithelial cells lining the urogenital tracts allows the rapid sensing of invading pathogens, thereby triggering an innate immune response.
